Intercurrent infection, with fever, is a common complication, in patients with systemic lupus erythematosus, both of the disease itself and of the drugs used in its treatment. In addition fever is a frequent symptom of disease activity in SLE, both at the time of initial diagnosis and during subsequent exacerbations of disease.' 2 The distinction between infection and disease activity as the cause of fever is often difficult but clearly of great importance in the management of the SLE patient.
Unlike The mechanism or mechanisms for the poor CRP response in SLE are not known. One possibility is that the disease process of SLE may not itself stimulate production of CRP, though this seems unlikely in view of the extensive inflammation and tissue destruction seen in this disorder. Alternatively SLE patients may be genetically 'low CRP responders', at least to their own disease process. Some support for this hypothesis is found in a mouse model of spontaneous autoimmune disease, the (NZB x NZW)FI strain, which develops a chronic inflammatory disease resembling human SLE. These mice completely fail to mount any acute phase response during evolution of their pathology but respond normally to other, intercurrent acute phase stimuli. 9 The possibility that production of human CRP in response to some stimuli may also be under genetic control individual serum CRP concentrations in each of these two groups are shown in Fig. 1 
